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Addressing health disparities has been a national challenge for decades. The
National Institutes of Health–sponsored Centers for Population Health and Health
Disparities are the first federal initiative to support transdisciplinary multilevel
research on the determinants of health disparities. Their novel research approach
combines population, clinical, and basic science to elucidate the complex deter-
minants of health disparities. The centers are partnering with community-based,
public, and quasi-public organizations to disseminate scientific findings and guide
clinical practice in communities. In turn, communities and public health agents are
shaping the research. The relationships forged through these complex collabo-
rations increase the likelihood that the centers’ scientific findings will be relevant
to communities and contribute to reductions in health disparities. (Am J Public
Health. 2008;98:1608–1615. doi:10.2105/AJPH.2006.102525)
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ADDRESSING HEALTH DISPARITIES
AS A PUBLIC HEALTH GOAL

Although the Report of the Secretary’s Task
Force on Black and Minority Health was pub-
lished in 1985 by the US Department of
Health and Human Services,1 racial and eth-
nic disparities in health care were seriously
addressed only with the 1999 publication of
Healthy People 2010.2,3 At that time, the Cen-
ters for Disease Control and Prevention intro-
duced the Racial and Ethnic Approaches to
Community Health program, which features
community-based participatory research as a
tool to achieve social justice in health care.2,3

When the National Center on Minority
Health and Health Disparities was established
as part of the Minority Health and Health
Disparities Research and Education Act of
2000, all National Institutes of Health (NIH)
institutes and centers were required to de-
velop strategic plans for modifying and elimi-
nating health disparities. This initiative incor-
porated into the federal public health
discourse the idea that disparities in health
outcomes are not inevitable. Federally funded
researchers were challenged to adopt research
models combining social, behavioral, clinical,

and basic science.4 Reports published by the
Institute of Medicine, the National Academy
of Sciences also described new multilevel,
transdisciplinary research paradigms that inte-
grated theories from the social and behavioral
sciences with new research on genetics and
molecular biology, thus expanding the scien-
tific understanding of determinants of health.
Together, all these developments created a
strong stimulus for a new approach to re-
search by the federal government.2,3,5–14

The National Institute of Environmental
Health Sciences and the National Cancer In-
stitute, National Institute on Aging, and Office
of Behavioral and Social Sciences initiated a
broad NIH effort to study the determinants of
population health disparities. In April 2002,
the National Institute of Environmental
Health Sciences invited applications to estab-
lish Centers for Population Health and Health
Disparities (CPHHDs).15 Eight CPHHDs were
launched in September 2003. Their primary
goals were to create new paradigms to ex-
plore the determinants of health disparities
and to develop and conduct multilevel, trans-
disciplinary research combining population,
social and behavioral, clinical, and biological
theory and methods. At the same time, the

Agency for Healthcare Research and Quality
initiated several programs that addressed dis-
parities in health services, so this focus was
excluded from the CPHHD initiative.16

Reflecting the design of the Racial and Eth-
nic Approaches to Community Health pro-
gram, each CPHHD was required to include
at least 1 community-based participatory re-
search project to ensure that resulting new in-
terventions would have external validity and
relevance to public health concerns and pol-
icy. Participating community-based organiza-
tions included groups from inside and exter-
nal to the universities and at many levels
from community to government (Table 1). All
had either successfully organized to address
community priorities or shaped and defined
policies influencing disparate health out-
comes. Participation by community-based or-
ganizations in each center’s research and out-
reach programs fosters local ownership and
institutionalization of proven strategies. Part-
nerships forged through local public health
programs, advisory boards, and the direct
participation of community members in the
research process have expanded the research
and service delivery infrastructure at the state
and local level.

A POPULATION HEALTH APPROACH
TO HEALTH DISPARITIES

To elucidate health disparities, research
must focus on the determinants of disparate
health outcomes across populations.17–22 The
recent Institute of Medicine review of the na-
tional plan for addressing disparities differen-
tiated between disparities as inequities and
differences in population health.4,23 Inequita-
ble health outcomes result from inequities in
the distribution of or access to resources that
promote good health outcomes; differences
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TABLE 1—Partnerships Developed by the Centers for Population Health and Health Disparities: 2003–2008

Centers and Their Partners at Other Universities Partners in Other University Departments Government and Quasi-Government Partners Community-Based Organization Partners

Ohio State University and University of Michigan 

University of Kentucky Ohio State Agricultural Extension Service Ohio Department of Breast Health and Cervical Ohio Division, American Cancer Society

Cancer

Ohio University College of Public Health National Cancer Institute Cancer Information Appalachia Community Cancer Network 

College of Medicine Service and four community coalitions

Economics Department Centers for Disease Control and Prevention

Psychology Department

Comprehensive Cancer Center

RAND Corp

University of Michigan Los Angeles Department of Park and Recreation Multicultural Area Health Education Center

University of California, Berkeley District of Columbia City Council District of Columbia Primary Care 

Association

University of California, Los Angeles

Rutgers University

Tufts University and Northeastern University Jean Mayer, USDA, Human Nutrition Research USDA Agricultural Research Service La Alianza Hispana

Center on Aging at Tufts University Massachusetts Department of Public Health Tufts–New England Medical Center

Tufts Friedman School of Nutrition Science 

and Policy

Tufts School of Medicine

Northeastern University Department of Sociology

Northeastern Center for Urban Health Research

University of Chicago 

University of Ibadan, Nigeria School of Social Service Administration John H. Stroger Jr Hospital of Cook County, IL Faith Based Wellness Network

Ohio State University, RAND Corp, Tufts/ Center of Excellence in Health Promotion Mt Sinai Hospital of Chicago

Northeastern University, University of Economics (CDC) Methodist Hospitals of Gary, IN

Illinois at Chicago, University of Texas Biological Sciences Division

Medical Branch, Wayne State University, Social Sciences Division

University of Pennsylvania Institute for Mind and Biology

Robert Wood Johnson National Program 

Office for Health Disparities Solutions

University of Illinois at Chicago

University of Chicago, Wayne State University, Institute for Research on Race and Illinois Department of Public Health–Illinois State Healthcare Consortium of Illinois (Greater 

University of Pennsylvania, Rand Corp, Public Policy Cancer Registry Roseland Health District and Healthy 

Tufts/Northeastern Midwest Latino Health Research Training and Chicago Department of Public Health South Chicago)

Policy Center John H. Stroger Jr Hospital of Cook County Cook County Breast Health Consortium

International Center for Health Leadership Illinois State Cancer Plan Illinois Division-American Cancer Society

Development Institute for Health Care Quality (Medicare)

University of Illinois at Chicago Cancer Center

School of Public Health

College of Nursing

Department of Sociology

Vice Chancellor for Research

Institute for Health Research and Policy

Survey Research Laboratory

University of Pennsylvania 

Cheikh Anta Diop University, Dakar, Senegal Robert Wood Johnson Health and Society US Veterans Administration Hospitals National Physician and Family 

Scholars Program Referral Project

Leonard Davis Institute for Health Economics Philadelphia Chapter, National Black 

Abramson Cancer Center Leadership Initiative on Cancer

Continued
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TABLE 1—Continued

Institute on Aging

Wharton School of Business

Annenberg School of Communication

School of Social Work Law School

University of Texas Medical Branch 

University of Maryland Population Center School of Nursing Area Health Education Center Liberty County Cancer Awareness Network

University of Texas, Austin Population Department of Preventive Medicine and Social Security Administration Parent-Teacher Association of Los Angeles 

Research Center Community Health Morgan School

Baylor College of Medicine Department of Infectious Disease Galveston County Health District Galveston County Cancer Coalition

Medicine, Health Services Research Obstetrics and Gynecology Division National Center for Health Statistics–Mortality Jesse Tree

Division

Wayne State University 

University of Michigan Inter-University African American Initiative for Male Health Detroit Department of Public Health Movement for Life Initiative

Consortium for Political and Social Research Improvement (Henry Ford Hospital) Detroit Medical Center

Case Western Reserve University Minority Center for Urban African American American Heart Association/Detroit

Aging Research Healthy Black Elders Project Health Living

College of Nursing Metropolitan Christian Council

College of Liberal Arts

Center for Urban Studies

Karmanos Cancer Institute

Wayne State University Community Relations

Note. USDA = US Department of Agriculture; CDC = Centers for Disease Control and Prevention.

refer to outcomes that are the result of bio-
logical risk or other factors that are not a
matter of policy or discrimination in access.
A difference may become a disparity when
some subgroups and not others are given ac-
cess to resources to manage their differential
risk from biology or other factors and the
groups without access have poorer outcomes.
Thus, differences and disparities may have
different determinants requiring different
forms of intervention.4,23

Population-level determinants of health out-
comes are distinct from the determinants of in-
dividual health outcomes. Determinants of
population health are expressed as rates, aver-
ages, and distributions of population character-
istics, such as aggregate poverty, education lev-
els, gender and racial/ethnic distributions, and
patterns of segregation.17–22 Individuals have
risk factors, such as household or individual
income, educational attainment, behavior,
heredity, and genes. It has been shown that
population characteristics affect health out-
comes independently of the characteristics of
individuals. For example, in studies by Mar-
mot et al., the social status gradient was a pop-
ulation-level determinant of the distribution of

health outcomes in a population of British civil
servants. In several analyses, the researchers
showed that social status defined by the gradi-
ent had an effect on individual risk of heart
disease onset that was independent of an indi-
vidual’s biological risk factors.20,21

An underlying question addressed by
CPHHD centers was phrased by Taylor et al.
as, “How does the unhealthy environment get
under the skin?”24(p411) In other words, how
does population risk relate to individual risk?
We drew on the works of Berkman et al.,25

Glass and McAtee,26 and Taylor et al.24 to de-
sign our model for approaching this question
from a multilevel perspective (Figure 1).27

Three primary types of determinants are
shown on the left side of the figure. Distal de-
terminants include the population social con-
ditions, policies that affect social conditions,
and the policymaking bodies that influence or
determine them. They are considered funda-
mental causes because their influence is
solely reflected at the population level in the
variation in rates of disease or poor health,
such as the epidemic of HIV in Africa or rates
of obesity in the United States. Their roots
are embedded in policy, shared social norms

about health and social practices, socioeco-
nomic disadvantage, and policies that affect
public availability of health services, including
who receives them and the level and quality
of service. They are the determinants of in-
equities rather than differences.28

Intermediate determinants, the second level
of our model, include the immediate social
and physical contexts and social relationships
in which the distal effects are experienced, such
as the community or neighborhood.29,30 The
social context includes neighborhood or com-
munity poverty level, extent of residential seg-
regation, median income and education, and
opportunities for social interaction to redress
the effect of the distal factors.31–36 Social rela-
tionships include social networks, social engage-
ment, and social influence and are forms of
social capital that suppress the negative effects
of impoverished social environments. These
negative effects can, in the absence of such
networks, be increased by social isolation.37–44

The physical environment includes avail-
ability and accessibility of local health
care resources to the public; availability of
transportation, quality air and water, and
healthy food; presence of crime; degree of
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FIGURE 1—Model for analysis of population health and health disparities.

neighborhood disorder; and quality of the
built environment.34,35,45–47 We hypothesize
that these intermediate determinants are the
links through which the environment affects
individual demographic factors and risks as
well as biological responses and pathways,
which compose the proximal determinants.
Proximal determinants refer to individuals.
Demographic factors characterize both con-
texts and individuals and in the model can
have independent effects. Risk factors and
biological responses and pathways refer only
to individuals.

Individual determinants include socioeco-
nomic status (SES), race/ethnicity, gender, and
level of acculturation. These determinants af-
fect individuals’ capacity to respond to envi-
ronmental challenges and include where they
live, their capacity to address health care
needs, the degree to which they have social

support, and their level of social integration or
isolation. Behaviors such as dietary and sexual
practices, exercise, and tobacco use are also
individual-level determinants, as are cultural
beliefs, which mediate behavior and the ca-
pacity to respond to health needs.48,49

In addition to risk behaviors and individual
demographics, proximal determinants include
biological markers or processes that result from
behavior or intermediate determinants and
may include risk from heredity or spontaneous
mutation or environmental stress. Markers in-
clude elevated cholesterol or other indicators of
prolonged or intense stress, such as body mass
index, high blood pressure, abnormal cells in
the cervix, or a lump in the breast.50–57

CPHHD research employs a well-recognized
model of how environmental context affects
individual health outcomes. The model assumes
that the capacity to respond to differences

and disparities in the distribution of health
outcomes—and the ultimate effectiveness of
that response—requires interventions capable
of addressing both contextual and individual
factors.

APPLYING TRANSDISCIPLINARY
STRATEGIES TO UNDERSTANDING
HEALTH DISPARITIES

CPHHD investigators at the Center for In-
terdisciplinary Health Disparities Research
(CIHDR) at the University of Chicago have
studied both nonhuman animal and human
models to elucidate the interactions between
the social environment and biology. They es-
tablished that socially isolated rats developed
an acquired vigilant state and died with mam-
mary tumors at younger ages than did their
group-housed peers,58 a process that was con-
firmed in a second project that used SV-40
T-antigen mice. The preliminary conclusion is
that the stress of social isolation in nonhuman
animals promotes tumor development by acti-
vating stress hormone receptors and ultimately
preventing the death of malignant cells.59

The nonhuman animal studies enabled
CIHDR investigators to isolate a multifaceted
suite, made up of depression, loneliness, and
vigilance, that is linked to the physiological
stress system that is secondary to social isola-
tion. These results suggest directions in which
the research can move to better understand
these pathways and explore strategies for tumor
prevention and therapy.28–30

From Animal to Human Models
The CPHHDs are using our model and

findings from the CIHDR to assess the path-
ways by which the environment may affect
health and health status. Although there is
an extensive literature on how the environ-
ment and social isolation relate to poor health
outcomes, this research has not focused on
pathways of differences or disparities in
health outcomes.41,44,50,51,54,60,61

The results of work with animal models in-
formed the CIHDR investigators’ model of
downward causation from social environmen-
tal conditions to psychosocial factors, biologi-
cal responses, and breast tumor development
in newly diagnosed African American women
living in Chicago. The investigators used
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in-home interviews, investigations of the built
environment, and publicly available commu-
nity health data geocoded to the study par-
ticipants’ addresses to uncover a pathway
with significant associations between commu-
nity-level factors and individual characteristics
as minute as the genetic information in the
nucleus of a cell.

At the community level, dilapidated hous-
ing, crime, and general social disorganization
lead to isolation, physical assault, and depres-
sion. This environment alters the stress hor-
mone response (measured as nighttime rise of
cortisol levels, including awakening response).
Investigators have identified glucocorticoid
receptors in tumors, as well as serum- and
glucocorticoid-inducible kinase 1, which is
involved in cell survival. Expression of this
enzyme occurs when stress hormone travels
across the cell membrane and binds with the
glucocorticoid receptor complex, creating an
environment conducive to cancer growth.
This is a possible route by which external,
community-level conditions may play a role
in the occurrence of cancer.24

Environmental Stressors and Biological
Response

These preliminary results have stimulated
investigators at other CPHHDs to examine
the relationship between physiological stress
and health outcomes. For example, investiga-
tors at Ohio State University are conducting
a case–control study to examine how social,
behavioral, and biological factors contribute
to the elevated risk of developing cervical
abnormalities among Appalachian women.
One research aim is to use surrogate markers
of chronic Epstein-Barr virus infection to
identify molecular markers associated with
environmental stressors leading to cervical
abnormalities. Preliminary data indicate that
Epstein-Barr antigen titers are significantly
higher among women with cervical abnor-
malities. In a stratified analysis adjusted for
age, region, and presence of human papilloma
virus, the investigators found a significant in-
verse relationship between SES and levels of
Epstein-Barr antigen titers. Borderline statisti-
cally significant differences were observed
between women at high risk for developing
cervical cancer and those with human papil-
loma virus infection.

At the University of Texas Medical Branch
in Galveston, investigators are linking social,
geographical, behavioral, and biological data
that will contribute to better understanding
of the interplay between stress and health
among Hispanics. The Hispanic population
exhibits the paradox of high morbidity and
disability but unexpectedly low mortality,
even though Hispanics are clearly disadvan-
taged in income, education, and access to
health care. The investigators analyzed Texas
and California vital statistics registries from
1999 to 2001 linked to the 2000 Census
and contributed to mounting evidence that
mortality rates are substantially lower among
Hispanic immigrants, particularly at older
ages, than among non-Hispanic Whites but
are similar among US-born Hispanics and
non-Hispanic Whites.62,63

To better understand the social and biologi-
cal stress processes that contribute to these
differences, the Texas researchers studied a
cohort of Hispanics, non-Hispanic African
Americans, and non-Hispanic Whites living
close to a large petrochemical complex. Pre-
liminary analyses suggested that lower-SES
groups, non-Hispanic African Americans, and
foreign-born Hispanics exhibited greater con-
cern about refinery danger and greater change
in mental health scores after a refinery explo-
sion. The respondents had similar patterns of
disparities in biological stress markers. For ex-
ample, in a case–control study that followed
the protocol used by the Ohio State University
center, the Texas CPHHD researchers also
found evidence that reactivation of latent Ep-
stein-Barr viruses (a marker for immune dys-
regulation) was associated with lower SES
and minority ethnic status. Elevated levels of
interleukin-6 and interleukin-10, which signal
inflammatory stress response, were associated
with distance from a petrochemical complex
in multivariate models accounting for age,
gender, ethnicity, and education. These early
findings suggest that SES and ethnic dispari-
ties in stress and health are consistent across
psychosocial and biological analyses.64,65

Contextual Stressors and Health
Outcomes

Cumulative biological stress, or allostatic
load, describes the human body’s physiologi-
cal response to its environment over time.61

This stress is manifested in dysregulation in
multiple physiological systems, including
metabolic, cardiac, and inflammatory. Investi-
gators at the RAND Corporation are using
National Health and Nutrition Examination
Survey III data merged with census tract data
to study associations between environmental
and biological characteristics. They are ana-
lyzing neighborhood or census tract charac-
teristics to elucidate the effects of social, eco-
nomic, and racial segregation on allostatic
load. Preliminary results indicate that low
neighborhood SES is associated with in-
creased individual-level allostatic load, even
after individual characteristics are controlled.

Neighborhood influences tend to operate
differently for men and women. Women liv-
ing in neighborhoods with low household in-
comes, a high percentage of male unemploy-
ment, and a high percentage of households
on public assistance were found to experience
increased allostatic load. Men living in neigh-
borhoods with a high percentage of African
American households had high allostatic
loads. High allostatic loads also were found
in neighborhoods with a high proportion of
adults younger than 25 years and with less
than a high school education. Further, al-
though these effects differed for men and
women, they appeared to be similar among
Whites, African Americans, and Mexican
Americans, suggesting that poverty and seg-
regation experienced in the immediate envi-
ronment (neighborhood) affect allostatic load
independently of race or ethnicity.

Investigators at the University of Illinois at
Chicago examined the effects of upward neigh-
borhood SES change on the probability of dis-
tant metastasis at diagnosis of breast cancer.66

The researchers analyzed data from 1137
Cook County census tracts from the 1990
and 2000 censuses and data from the Illinois
State Cancer Registry for 21516 female
breast cancer cases diagnosed in these census
tracts from 1994 to 2000. They constructed
a multilevel model of 1990 baseline SES of
neighborhoods and degree of neighborhood
change from 1990 to 2000 (compositional
characteristics) and patient’s age and race or
Hispanic status (individual characteristics) to
predict distant metastasis (vs local and re-
gional stage) at cancer diagnosis. Residence in
a census tract experiencing SES improvement
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was associated with increased odds of distant
metastasis at diagnosis, as were being African
American and residence in a census tract
with lower baseline SES in 1990. Paradoxi-
cally, both measures of initial neighborhood
disadvantage and upward neighborhood SES
change were independently associated with
greater odds of the metastasis outcome, sug-
gesting that even in socioeconomically dis-
tressed areas, disruption of the social and
physical environment may worsen health out-
comes, at least in the variable measured.

The investigators conducted a second anal-
ysis, with the same data, of breast cancer stage
at diagnosis. They used an ordered logistic
regression model rather than an arbitrary
dichotomization (e.g., late stage vs others)
and a random-effects model that accounted
for the nesting of cases within census tracts.
This analysis disentangled the effects of race/
ethnicity and poverty and found that the effects
of race/ethnicity diminished with age and com-
pletely disappeared after age 60 years, although
poverty remained a predictor of late-stage di-
agnosis. Investigators at 5 other CPHHDs are
collaborating with the Chicago researchers to
compare the results of both studies with simi-
lar analyses from their own locations.

Biological Stress Responses
Investigators at Tufts and Northeastern uni-

versities are examining the effect of life expe-
riences and psychosocial stress on allostatic
load as a marker of biological risk among
Puerto Ricans 65 years and older in the
greater Boston area. This population was
shown to suffer from an excess burden of
chronic conditions, including type 2 diabetes,
depression, and physical disability, compared
with non-Hispanic Whites of similar age and
living in similar neighborhoods.53,57,67 In a
study with a prospective cohort design, the
researchers are exploring how the relation-
ship of psychosocial stress and its effect on
allostatic load affects previously identified
health disparities in depression, cognitive im-
pairment, and functional limitation in the
same population. They hypothesize that the
association between life stress, physiological
response, and chronic conditions is modified
by biological effects. The investigators are
measuring markers of inflammation, hypothe-
sized to be key mediators of the associations

of dietary intake and nutritional status with
environmental social support. They are also
investigating how these associations are modi-
fied by genetic variability.

Researchers at Wayne State University’s
Center for Urban and African American
Health (Detroit, MI) are investigating the ef-
fects of vitamin D on obesity and breast can-
cer recurrence among African American
women. They are studying obesity-linked in-
fluences on oxidative stress and how such
stress affects nitric oxide metabolism, leading
to salt-induced rises in blood pressure that
may contribute to heightened risk for cancer
recurrence in breast cancer survivors.

The investigators in Detroit are also ex-
ploring how vitamin D and elevated parathy-
roid hormone contribute to weight gain. Pre-
liminary analyses found that participants
with low vitamin D levels, with or without
elevated parathyroid hormone levels, had
more body fat than did those with normal
vitamin D and parathyroid hormone levels.
Vitamin D has antiproliferative and anti-
inflammatory properties and may affect
body composition, cellular proliferation, and
vascular function. The investigators hypothe-
size that vitamin D may have an important
role in causing or mediating high levels of
oxidative stress in ductal fluid in breast can-
cer survivors. Alone or with parathyroid hor-
mone, vitamin D may be involved in mediat-
ing the known link between weight gain
and breast cancer recurrence.

Gene–Environment Interactions
Variations in neighborhood SES were in-

cluded in a study of the interaction of genes
and environment in prostate cancer at the
CPHHD at the University of Pennsylvania.
Investigators there have begun to expand the
definition of environment in genotype and
environment studies to include both individual-
and neighborhood-level risk factors. They
evaluated the joint relationship of income and
education level in residential census tracts with
genetic effects on prostate cancer in 1002
White men with prostate cancer and a control
group of 387 men.68 Participants’ addresses
were geocoded to 2000 Census tracts. The
researchers used the tract data to group par-
ticipants by per capita income, poverty, and
educational attainment. The interaction of

these neighborhood factors with genotypes of
the androgen receptor CAG repeats and
SRD5A2-V89L or SRD5A2-A49T variants
were evaluated to determine their joint effect
on prostate cancer risk and severity. Statisti-
cally significant interactions between
SRD5A2-V89L genotypes and census tract
per capita income were associated with later-
stage prostate tumors.

In addition, a significant genotype–
neighborhood interaction was observed for an-
drogen receptor CAG genotypes among men
living in areas with a high percentage of high
school graduates compared with men residing
in tracts with a low percentage of high school
graduates. These findings suggest that genetic
effects on prostate tumor severity are affected
by neighborhood characteristics, including
poverty and educational attainment. Further,
the results indicate that research on genotypes
should include neighborhood context.

CONCLUSIONS

Collaborations among 8 CPHHDs across
the United States reflect a new approach to
elucidating the determinants of health dispari-
ties. This research explores the question of
“how environment gets under the skin.”24(p411)

A preliminary finding is that the neighbor-
hood context has a significant effect on indi-
vidual risk that is independent of individual
characteristics.64,66 If confirmed, this informa-
tion could inform policies on the availability
of screening and treatment facilities.

The NIH Roadmap for Medical Research
is designed to encourage studies that fill the
gaps in biomedical research and to promote
collaboration across NIH agencies. The
roadmap aims to significantly affect the
progress of biomedical research, disseminate
new scientific findings, and transform them
into tangible benefits for American popula-
tions.69 The principal elements include (1) in-
terdisciplinary teams that cover the complete
spectrum of research (basic, clinical, and so-
cial and behavioral science), (2) expanded
efforts to include minority and medically un-
derserved communities, (3) new partnerships
with private and public health care organiza-
tions, and (4) enriched educational environ-
ments for training the next generation of re-
searchers in the complexities of translating
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research from bench to bedside and from
behavior to policy. All of these elements are
key components of the CPHHDs, positioning
the centers’ work at the cutting edge of re-
search sponsored by NIH.

CPHHD research to date is almost exclu-
sively cross-sectional, but elucidating health
disparities ultimately will require longitudinal
studies that examine the entire life span. Uni-
versity of Chicago investigators are employing
a lifespan approach in rat models; a next step
is to move from preliminary nonhuman ani-
mal models to the population level. The ani-
mal models are transdisciplinary and multi-
level and have the potential to elucidate
poorly understood population-level determi-
nants of disparities.

Ultimately, public health policies and re-
sources dedicated to service delivery must be
the focus of attempts to eliminate disparities.
CPHHDs have adopted the recommendations
of the NIH Roadmap for Medical Research,
which calls for combining clinical, basic, and
social science research to examine the rela-
tionships between policy, the social and physi-
cal environment, and disparities in health
outcomes. The preliminary results described
here illustrate the need for multilevel inter-
ventions that address context as a key path-
way to improving health outcomes. These
outcomes are most likely to be seen in clinical
and public health practice.

Thus, the next step is to develop inter-
ventions that can address population factors
as well as individual behavior and risk.
Community-based participatory research
provides a platform for introducing context
into intervention strategies as a component to
be evaluated and not simply controlled. The
community partnerships developed by the
CPHHDs and shown in Table 1 are critical to
the effective translation of research findings
into applications in community settings. Part-
ners provide important local knowledge, as
well as access to political leaders, and these
partnerships are the likely channels for dis-
semination of research findings about health
disparities and for implementation of effec-
tive interventions.
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